Clinical and Autopsy Incidence
There is a wide discrepancy between the incidence of pericarditis as found post mortem, and that diagnosed during life. This anomaly has been recognised for many 
Cardiac Tamponade
The delicate serous pericardium is enclosed in a tough and relatively inelastic bag of fibrous pericardium. While a slowly increasing effusion may gradually distend this fibrous sac, it resists stretching by a rapidly accumulating effusion. The sudden filling of the sac with a gush of blood from a penetrating wound of the heart muscle leads to speedy death.
The fairly rapid outpouring of fluid in an acute rheumatic inflammation may lead to severe cardiac embarrassment.
In both cases the mechanism is similar?the accumulated fluid in the sac hinders the diastolic filling of the ventricles, which leads to raising of pressure in the great veins. The higher the intrapericardial pressure rises the higher must the right auricular pressure rise, if blood flow into and through the heart is to be maintained. The circulation is maintained at the expense of a high venous filling pressure, and lowering of this pressure artificially may be dangerous. Lowering of the intrapericardial pressure on the other hand, as by paracentesis, produces a fall in the venous pressure pari passu. This was well shown by Fletcher (1945) ; as a sequel to the poor filling there is a reduced cardiac output, leading to more or less acute heart failure. The more rapid the rise in pressure in the sac, the graver the urgency of the failure. The pulse becomes rapid, small and weak ; the blood pressure sinks to low levels with a very low pulse pressure ; the neck veins become distended, the liver engorged ; distress of the patient is obvious, and in unrelieved cases progresses to collapse and finally exitus. The syndrome is seen in its most fulminating form in penetrating wounds of the heart ; it may occur more slowly and less dramatically in the large effusions of tuberculosis or malignant disease ; but while commonly apparent in rheumatic cases it rarely progresses in these to an extent demanding aspiration for its relief. Fig. I {a) and (b) . In the later stages of pericarditis ST-elevation subsides, and as in myocardial lesions is followed by inversion of the T-waves in the leads which earlier showed ST-elevation ; since elevation of ST in all leads is the rule in pericarditis, so T-inversion in all leads is a common sequel (see Figs. 9, 16 and of pericarditis (ST pattern Fig. 3 (c) .?ECG, Case 3. Fig. 3 (c Case 4.?Elizabeth T., aet. 17. Admitted D.R.I. 22/4/51. This young girl had had scarlet fever at the age of 5 or 6, and had had two attacks of rheumatic fever at 11 and 15 years respectively. She developed a swollen neck gland two weeks before her present admission, but denied antecedent sore throat. A week later, she developed pain in the feet, followed by pain in the ankles ; two days later she had pain and stiffness of the left hand and wrist, and that day she had a sharp epistaxis.
On admission she was fevered (iox?) with a fast pulse (120) ; was perspiring, restless and ill. The heart showed signs of old rheumatic damage, with the apex displaced \ in. outside the mid-clavicular line, and systolic and diastolic apical murmurs. A definite pericardial rub was present twenty-four hours after admission ; the calcium aspirin and penicillin which had been given were discontinued, and cortisone started (100 mg./day) at 3 p.m. Two hours later she was clinically much worse, with an anxious expression, high fever and a sensation of precordial constriction ; the pericardial rub was very marked. Next day she was still more ill, and pericardial effusion was clinically detectable. The subsequent course of the illness is apparent from the accompanying chart (Fig. 4) . Improvement started shortly after an increase in the cortisone dosage to 200 mg./day and was thereafter rapid. In a few days all distress had vanished, she was restrained with difficulty from sitting up and the cardiac signs rapidly resolved. The changes in the blood electrolytes, the development of " moon-face " and of oedema, and the water intake-output balance are charted in the figure.
Cortisone was continued for seven weeks in all, being finally discontinued on 9th June. Eleven days later she had a slight return of joint pain, controlled by sodium gentisate.
No serious withdrawal symptoms occurred.
She was discharged on 15th August; her condition was very satisfactory, A good review of the condition is to be found in the article by Peel (1948 (Fig. 9 ). X-ray examination was negative.
The presence of the friction rub as early as five hours from the onset is noteworthy. The absence of the ECG changes of infarction, the rapid clinical recovery and the lack of sequelae are all highly significant. Levine (1945) (Fig. 17 (a) and (J?)). Thickened interlobar septum, right lung, and small right pleural effusion.
ECG : no abnormality in rhythm, A-V conduction, or axis. T-waves diphasic in lead I, inverted in II, III and all six chest leads (Fig. 17 (^ 
